152,000/mm3, whole blood clotting time 41 min, clot retraction absent. One-stage prothrombin time 16-3 sec, control 15-5 sec; euglobulin lysis time 58 min (normal <180 min). Thrombin clotting time 24*0 sec (normal 17-23 sec). Plasma fibrinogen: 275 mg/ 100 ml. Plasminogen: 1-17 Sherry units/ml per hr (normal 2-5 units).
These findings were interpreted as indicative of a chronic intermittent type of disseminated intravascular coagulation with secondary activation of the fibrinolytic enzyme system. The clot retraction remained absent on two further occasions despite normal platelet counts and low normal plasma fibrinogen levels.
Blood cultures revealed infection with Staph. albus, and penicillin in high dosage was started, being later changed to erythromycin after a possible hypersensitivity reaction. On the 6th day after admission she developed a further purpuric area on the right knee but as repeat clotting studies showed no deterioration it was decided to remove the Spitz-Holter valve rather than institute anticoagulant therapy. Removal was carried out 3 days later and the valve showed no evidence of fibrin deposition, but the same organism as that obtained on the blood culture was grown from it. Thereafter all the lesions disappeared, the necrotic area on the right cheek healed with minimal scarring, and she remains well with no excessive increase in head circumference.
Discussion
The term purpura necrotica has been used in preference to the more usual purpura fulminans as the latter implies the rapidly advancing, highly fatal complication of infectious disease which neither case showed.
The aetiology of the increased coagulation and defibrination which must have been present at some stage is not clear, and the absence of clot retraction in the face of normal platelets and plasma fibrinogen in the second case is unexplained at present. (Estimation of fibrin degradation products would have provided more information about the underlying mechanisms responsible for these lesions.) Emery (1964) The clinical picture of untreated coeliac disease in young children is well defined, yet a feature of this disorder omitted in contemporary reports, but noted by earlier authors (Gee, 1888; Gibbons, 1889) , is a marked retardation of normal motor activity. Though reduced motor activity may be a common and nonspecific manifestation of ill health in childhood, we believe that a reduction of exploratory movement, responding after a few days to gluten withdrawal, is a characteristic feature of coeliac disease.
As an overall improvement in the clinical picture occurs a few days after gluten withdrawal, we were interested in studying the relation of dietary gluten to motor activity in coeliac disease. The diagnosis of coeliac disease was confirmed by jejunal biopsy which showed flat villi. Treatment with a gluten-free diet was begun and he responded well, gaining 1 kg in 3 weeks. He has been followed up at regular intervals for a year and continues to make excellent progress on his diet.
Materials and Methods
The instrument (MacCulloch, Birtles, and Bond, 1969) , a free space-time traversal data logging system, was installed in a normal child-observation playroom. It consisted of 156 plywood tiles, each 1 foot square, giving a floor area of approximately 17 ft by 11 ft (Fig. 1) (Fig. 2) .
The hypothesis to be tested is that withdrawal of gluten increases exploration by the coeliac child and therefore reduces the difference in exploratory behaviour between the normal and the coeliac subjects, as indexed by distance travelled per session. That is to say, that time after gluten withdrawal and the difference between the movements of the two subjects are negatively correlated. To test this hypothesis, Spearman's method of rank correlation was applied to the data in Fig. 1 It has been suggested that part of the symptomatology in coeliac disease could be due to the absorption of various substances, such as alkaloids (Gibbons, 1889) , peptides (Sheldon, 1959) , or amines (Challacombe, Sandler, and Southgate, 1971) , having a specific effect on the central nervous system. As it is known that regeneration of intestinal epithelium begins within a few days of gluten withdrawal (Yardley et al., 1962) , our measurements of clinical improvement could be temporally related to the reconstitution of a protective enzymatic barrier in the small bowel. As epithelial recovery is reversible with the reintroduction of gluten, this method could be useful for the elucidation of pharmacological factors concerned with the control of motor activity.
Our results are as yet unsophisticated in terms of analysis of movement. However, we are producing programmes that will analyse the data from future cases in greater depth. It will then be possible to investigate more thoroughly the relation between altered motor function and coeliac disease and also to study other disorders of motor function in childhood. Summary
A free space-time traversal data logging system has been used to measure total body movement during exploratory play in a child with coeliac disease and his normal dizygotic twin. This study records the retardation of motor activity in untreated coeliac disease and the progressive increase in activity starting 6 days after gluten withdrawal. It is suggested that this improvement in motor activity could be directly related to the regeneration of intestinal epithelial cells. The use of this instrument in the study of other disorders of motor activity of childhood is also proposed.
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the greater life expectancy with modern treatment methods, functional deficits of these complications assume increasing importance. Most previous reports have been concerned with intracerebral complications. Silverstein (1960) reviewed 174 cases of haemophilia and found 6 proven cases of intracranial bleeding and 5 probable cases. He found 28 peripheral nerve lesions in 206 haemophiliacs (Silverstein, 1964 
